Investigative laparotomy and splenectomy and Pseudolymphoma were carried out and she was found to have an J A Evers MRCP ovarian dermoid cyst and chronic cholecystitis.
Sections of appendix and fallopian tube showed Mrs A S, aged 54 acute necrotizing vasculitis similar to that in the History: Presented in June 1975 with five years' rectum. The spleen showed small white nodules joint pain and morning stiffness. She was a moderate smoker with little alcohol intake and was found to have seropositive nodular rheumai toid disease. In December 1975 she was admitted from home with a two-week history of dyspncea and ankle swelling. She was found to be antemic and in congestive cardiac failure with hepatomegaly 6 cm and splenomegaly 15 cm below costal margin.
Investigations: Hb 8.0 g/dl, WBC 3.9 x 1011/l, platelets 124 x 109/1, ESR 105 mm in first hour (Westergren). Blood Table I Features of pseudolymphoma Autoimmune disease Lymphoid infiltration of extraglandular sites Regional lymphadenopathy Florid follicular hyperplasia of lymph nodes Occasional progression to true lymphoma throughout its substance, 1-2 mm in diameter, and these on section showed an appearance similar to that of the abdominal lymph node (see Fig 1) . The initial report on the node described complete loss of lymph-node architecture with replacement by large and small pseudofollicles, composed of various types of lymphoid cells, and the pathologist favoured a diagnosis of non-Hodgkin's lymphoma (follicular mixed). Second opinion favoured a florid follicular hyperplasia without evidence of malignant lymphoma.
She is currently being treated with nonsteroidal anti-inflammatory drugs and plasmapheresis and remains in excellent health.
Discussion
Seropositive nodular rheumatoid disease with vasculitis is generally associated with a poor prognosis; evidence of an active autoimmune process, sometimes with circulating immune complexes, is often found. Hyperplasia of the lymphoreticular system may be considered a manifestation of this autoimmune activity. Lea (1964) has described a suggestive increase in rheumatoid arthritis in patients with lymphoma and there are many case reports of antecedent rheumatoid arthritis in patients with a wide variety of lymphoproliferative disorders, including giant follicular lymphoma (Cammarata et al. 1963) , chronic lymphocytic leukemia (Miller 1967 ), Waldenstrom's macroglobulinmmia (Miller 1967 ) and benign paraproteinwmias. Anderson & Talal (1971) have suggested that in Sjogren's syndrome there may be a wide spectrum of lymphoid proliferation, with lymphoid infiltrates confined to glands at one end and widespread lymphoreticular malignancy at the other. Robertson et al. (1968) found lymphadenopathy in 82% of rheumatoid patients compared with 52% of controls. Lymphangiography has generally been unhelpful in distinguishing rheumatoid lymphadenopathy from that due to other causes. The term pseudolymphoma (Table 1) implies that there is a group of patients with lymphadenopathy in autoimmune disease whose lymph-node histology, although grossly abnormal, does not fulfil the criteria for malignancy. Our patient would seem to fall into this group but the equivocal features of the lymph-node architecture, combined with the presence of possible extralymphatic deposits of lymphoid cells in the liver, suggest that one cannot be entirely confident of the diagnosis and that she may be developing frank lymphoma. 
